Dyslexia is a specific developmental disorder which manifests itself in difficulty in learning to read despite educational instruction, adequate intelligence, and sociocultural opportunity. This disorder, which is frequently constitutional in origin, depends on fundamental cognitive disabilities. By means of the differential diagnosis we can separate those defects in reading and writing which can be explained by sensory disorders or by other somatic defects; by different grades of mental defect, lack of training caused by disease, and absence from school; by change in the teaching language; by a bilingual education, wrong teaching methods, a bad relationship between the pupil and the teacher etc. These cases are regarded as secondary disorders of reading or pseudodyslexia.
The aetiopathogenesis of dyslexia has not been clearly elucidated up to this time. Some authors mention the defect in connection with central lesions in the region of the gyri angularis and supramarginalis. Bender (1938) localizes the lesion in the temporal lobe, regarding dyslexia as a functional disorder of the speech region. Rabinovitch (1954) differentiates primary and secondary affected cases and regards the defect as a developmental deficiency rather than the result of acquired cerebral damage. Orton (1937) takes the disorder to be a genetically conditioned functional variant in the development of the dominance of the hemispheres. Bronner (1917) connected congenital dyslexia with disorders of intrauterine development, birth injury, infections, and disorders of postnatal development. Gesell and Amatruda (1947) include reading disorders in the sequelae of minor cerebral damage. Kawi and Pasamanick (1959) proved that the appearance of dyslexia was influenced by factors which are genetically held to cause encephalopathies in children. Kucera et al (1961) Lenz (1970) Lenz, personal communication) .
Dyslexia is relatively frequent. In Englishspeaking countries as many as 20% of affected school children have been reported (Huessy, 1966) ; in Scandinavian countries the number is about 10% (Huessy, 1966) . In German-speaking countries Huessy found a frequency of about 5%, while in Germany Kirchhof (1954) estimated the incidence to be between 2 and 4%. This corresponds to the frequency reported for France (Roudinesco, 1951) and for the Argentine (de Quiros, 1962) . In Czechoslovakia, Mat6jcek (1968) Warburg (1911) , who says that the disease is often transmitted by non-affected mothers, we would suppose that these women are to be classified as gene carriers.
The evaluation of the parents is shown in Table  II ; there are also male gene carriers who show no clinical signs of dyslexia but female gene carriers are substantially more frequent (13:4). The number of cases where both parents are affected is surprising. The different number of affected parents and the incidence of the defect cannot be balanced even though the incidence of dyslexia does not include carriers without clinical manifestations. The same may also hold for mild forms of dyslexia which may escape the screening in schools, but which were found during a more detailed examination of affected families. We assume that the occurrence of this extremely high proportion of affected parents is mainly due to the fact that our series is not only quite small but, above all, because it is considerably incomplete in respect of the nondifferentiation of the intermediate group B and because children whose parents were also affected had a greater probability of being included in our group A. This inaccuracy, of which we are aware, was due to our desire to ensure the homogeneity of the sample. Theoretically, this fact should not influence the segregation ratios but it is reflected in a greater number of affected parents than had been expected. gree of family D.
Boys are affected by dyslexia much more frequently than girls. Different authors (see Critchley, 1964) report 66-86% of boys in their samples, most frequently about 80%. The sex distribution of our series is given in Table III . Consistent with the literature our series contains more boys. It is interesting that most of the girls were found in group A. In the sibs and parents of the propositi males predominate among the phenotypically affected; among the gene bearers the malefemale ratio is balanced. The total absence of females in group C is striking.
In observing the segregation ratios we logically started from the genotype. The percentage of affected children on a sibship is 43+ 6-0 (Just's method), 42± 6-0 (Weinberg's method), and 43 + On the basis of the differentiation of clinical differences between the marginal groups the authors found some variations of 13 clinical traits in the groups.
